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Of eight A6 fibers, two discharged briefly during the course of the stretching, three discharged during the course of shortening, one discharged during both stretching and shortening, and the remaining two discharged continuously during part or all of a cardiac cycle (Fig. 3) . Over 10 min of occlusion, periodic and continuous discharge was set up in two fibers (D1 in Fig. 3 ). This discharge had little relation to the respiratory cycle. Conduction time calculated in six of these A6 fibers ranged from 20 to 58 ms. When the conduction time was taken into consideration, it was apparent that stretching and shortening of the ischemic myocardium were responsible for the corresponding action potentials (Fig. 3) . In contrast to the A6 fibers, all of the C fibers discharged irregularly, with little relation to cardiac cycle (Fig. 2) . Therefore, no analysis could be made of the relationship between their discharge and myocardial motion. Of 37 unclassified fibers, 28 discharged regularly synchronously with cardiac beats, whereas the remaining nine discharged irregularly and independently (Table  1) corded in four A6 preparations.
The action potentials were reduced in number and systolic bulge was reduced in magnitude ,or eliminated by the premature beats. However, an intensified systolic bulge and augmented discharge followed the premature beats (Fig. 4) . Although premature beats were recorded in one C fiber preparation, the discharge of the fiber was little influenced. was observed in three A6 preparations. The larger stretching of the ischemic myocardium was accompanied by an augmented discharge in all of these preparations (Fig. 4) . During occlusion, ventricular fibrillation was produced in five A& two C, and seven unclassified fiber preparations. Action potentials were reduced in number immediately after occurrence of fibrillation. However, irregular discharge was set up in 3-5 min in all these preparations (Fig. 5) .
Relationship between afferent discharge and receptive fields. Sustained discharge throughout occlusion was observed in six A6, four C, and 21 unclassified fibers. It was revealed that four A6 and all of the unclassified fibers had their corresponding receptive fields away from the anterior descending branch. The receptive fields for the remaining fibers were not determined, since they did not respond to regional tapping (Fig. 6 ). Unlike these fibers, two A& one C, and 11 unclassified fibers were excited immediately after occlusion, ceased to fire within a few minutes despite development of systolic bulge, and fired again after release of occlusion. During occlusion, a second period of firing was observed in several instances. However, it was smaller than the first one (Fig. 7) The fall in pressure was also accompanied by a slight improvement of myocardial contraction (Fig.  8) .
Afterdischarge. After release of occlusion, systolic bulge disappeared gradually and normal myocardial contraction was restored.
However, afferent discharge continued even after normal contraction was restored (Figs. 6, 7 , and 8). It was frequently more pronounced than that during occlusion ( Figs. 1 and 7) . Duration of the afterdischarge had a close relationship to duration of occlusion; the longer the duration of occlusion, the longer the duration of afterdischarge ( Table 2 ). facts that one C fiber which did not respond to tapping in which their endings were imbedded, and that no further the control study did respond to it after release of occlusion discharge was produced since the connective tissues around and that both groups of fibers discharged even after normal the vessels protected the endings from systolic bulge and myocardial contraction was restored. nerves resulted in somato-autonomic reactions in a lightly anesthetized condition (17). Although there is no definite evidence that these reactions are equivalent to pain in man, repeated occlusion when the interval of occlusion was over 7-15 min.
It seems probable that the abrupt fall in coronary perfusion pressure caused a transient discharge of the mechanosensitive fibers whose receptive fields were close to the coronary vessels, probably by deranging the tissues in
